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A case of cerebral thrombosis following blood transfusion is described below, followed by a short review of the post-transfusion nervous complications which have been described in the. literature.
CASE REPORT.
A boy, aged 11 years, was admitted to hospital on 19/6/50. He showed extreme pallor of the skin and mucous membranes. The main complaints were lassitude and dyspncea on exertion. He had been very pale for many years and during this period he was taking iron by mouth in adequatc dosage.
The other members of the family were healthy, and a twin sister was alive and well.
On examination, he was very anaemic. The throat was healthy. There were no enlarged lymphatic glands. The B.P. was 110/70. TIhe pulse rate was 100 per minute and regular. A loud systolic murmur was audible at the apex. There was no enlargement of abdominal viscera.
X-ray chest showed clear lung fields. TIhere was slight generalized cardiac enlargement. The tuberculin test was negative. Ihe W.R. reaction was negative.
Blood examiniationl: Hb. 26 per cent.; R.B.Cs., 2,600,000; W.B.Cs., (i,300; Colour index, .8; Reticulocytes, .1 per cent. Van Den Bergh test wasi normal. Examination of sternal marrow smears revealed ino abnormality.
It was concluded that the child was suffering froml a severe refractory irondeficiency anemia.
On 22/6/50 one half of a pint of packed red blood cells was administered over a period of six hours. He felt well after the transfusion, and the Hb. was raised to 60 per cent. and the R.B3.C. count-to :3,600,000. Six dlays after-transfusioni hie developed a severe headache and he vomiiited several times. He was irritable and complained of severe photophobia. Onl the followitng day, 29/6/50, lhe had a leftsided convulsioni w hich commenced with twitching of the left side of the face. The twitching was followed by a tonic stage xwith clenching of the teeth and cyanosis. There was l(o involuntary micturitioni ali(i no biting of the tongue. He was unconscious for five minutes, and after the attack he was confused. Lumbar puncture was performed and examination of the C.S.F. revealed no abnormality.
He had two further epileptiform attacks on 30/6/50 and on 3/7/50. After the third convulsion he remaine(d semi-comatose and had a left-sided hemiplegia.
He was transferred to the nieuro-surgical unit of the Royal Victoria Hospital.
A left-sided percutaneous arteriology was performed, and tllis suggested a space occupying lesion in the anterior part of the right temporal lobe, but the findings were indefinite. He gradually improved during the nlext four weeks except for a left homonymous hemianopia, which has persisted.
COMMENT.
Numerous nervous sequelw have been ascribed to blood transfusion. Cerebral thrombosis was reported by Hesse (1934) in a patient 42 years old, following gastrectomy. Blood transfusion before and after the operation was not followed by any side effects. TIwo weeks after the operation -a third transfusion was given because of considerable aniemia (Hb. 29 per cenit. R.B.Cs. 2, 260,000). A rigor developed ten minutes after completion of the tranisfusion. Next morning a paralysis of the left arm was evident. The paralysis gradually recovered.
Polayes and Morrison (1932) described a case in which transfusion was followed by intense headache, syncope, convulsions, stupor and transient hemiplegia-a disturbance they attributed to cerebral hemorrhage or embolism.
Thermitte, Mouzon and Susic (1938) described the case of a man of 42 years in whom the sequel to transfusion was extreme excitemenlt, followed by left hemiplegia. A year later hemiplegia was still complete and he had recurrent Jacksonian attacks. Glaser, Epstein and Landau (1937) transfused an eightXday-old infant; during the procedure death occurred from subtentorial haemorrhage. In all these examples an intracranial vascular lesion is the likely explanation.
Convulsive seizures, succeeded by coma, have been described by Brines (1928) . Bodley Scott suggests that these are due to circulatory disturbances accompanying anaphylactoid reactions.
More difficult to explain are Landry's syndrome appearing on the seventh day (Cain and Bernard, 1932 ); Korsakow's syndrome. (Tzanck and Weismann-Netter, 1929 ).
In the case described above it is difficult to explain the delay of six days between transfusion and the onset of cerebral symptoms. The most likely cause is considered to be cerebral thrombosis, and there can be little doubt that transfusion was the precipitating factor. The exact pathogenesis is uncertain. There was a marked increase in the Hb. and R.B.C. count, and presumably the coagulability of the blood was materially altered.
